The normal procedure was to keep patients in the admitting hospital for about three weeks and then to transfer those needing special measures of rehabilitation to a long-stay suburban hospital where, in the case of children, education was available.
We may note here that the most common mistakes in diagnosis as revealed by an analysis of 71 unconfirmed cases out of 170 admissions to the Western Hospital under the care of Dr. Kelleher were as follows: Tonsillitis 10; rheumatism 5; cerebrospinal fever 3; lobar pneumonia 3; bronchitis 2; bronchopneumonia 1; tuberculous meningitis 2; cerebral tumour 1; cerebellar abscess 2; subarachnoid haemorrhage 1; typhoid fever 1; measles 1; scarlet fever 1; chicken-pox 1; osteomyelitis 1; acute toxic polyneuritis 1; otitis media 1-a truly representative collection.
It has been a serious epidemic. Unfortunately, we have learnt little that is concrete about the epidemiology of the disease or its prevention, though certain trends observable elsewhere have been confirmed.
I must express to my colleagues, Dr. Scott, Dr. Breen and Mr. Benjamin, my very great indebtedness for help in compiling this paper and also the medical staff of a large number of hospitals, L.C.C. and voluntary, for the time and care they gave to filling up the questionnaire and finally I wish to thank the Medical Officers of Health of the City and the boroughs who have supplied much of the information as to local action which I have included.
After comparison of this with the morbidity figures for tuberculosis, it is obvious that the great majority of primary lesions are innocuous. Most children become infected during the school age. Fortunately it is at this time of life that primary infections appear to have little effect on the children and healing of primary lesions usually takes place, but it is difficult to say just how complete that healing is. Is there left any unhealed portion which remains as a potential source of tuberculous disease in later life?
In young children and infants primary infection more often causes trouble than in school children. At this age, children may develop gross tuberculous lesions in the lung with large areas of tuberculous bronchopneumonia, or there may be generalized tuberculous lesions, spread through the blood-stream, with miliary tuberculosis with or without meningitis.
In others, changes secondary to the primary lesion may develop, Qkanges which in themselves are not tuberculous, such as areas of collapse of lung resulting from occlusion of a bronchus due to enlarged caseating lymph nodes. If the infant does not succumb to the primary lesion, it is usual for these lesions to recover completely. The capacity which a child shows for healing and calcifying these lesions is often surprising. But again the completeness of the healing and the relation of these lesions to disease in adult life are matters which cannot yet be determined conclusively.
Over 14 years of age, the picture of primary infection differs once more. Although many of the primary infections at this age are harmless, some appear to have a direct association with the type of active pulmonary tuberculosis usually associated with adult life. Observation of young adults during the period of conversion of negative to positive tuberculin tests, and for some years afterwards, tends to support this suggestion. I would stress "some years after" because there may be a latent period when there is certainly very little in the way of clinical signs or symptoms, and even X-ray appearances may change very slowly.
Having dismissed the problem of primary infection in school children as being of less interest and importance than in other ages, I now propose to describe five cases of primary lesions, in school children, which did not behave in the usual way.
There is sometimes a tendency to adopt the attitude that, so far as tuberculosis in children is concerned, the disease is either fatal or else it is trivial in its manifestations and therefore the clinician need not be greatly concerned about it. My object in picking out these five cases is to illustrate that primary lesions in childhood may show interesting and unsuspected changes if the lesions are observed carefully over a period of years by X-ray pictures. The changes show that the lesions at times are unstable and therefore should not be ignored in spite of the fact that they produce no clinical symptoms or signs. Moreover, cases such as these may throw some light on the etiology of adult pulmonary tuberculosis.
The last two cases show that primary lesions are not always circumscribed and can develop directly into infiltration typical of chronic pulmonary tuberculosis. The last case also shows how slow and insidious this process can be, a steadily increasing infiltration being without clinical manifestations for a period of years.
The first three cases show that what appears to be healed, esion is not necessarily so, and that reactions around calcified lesions can occur and do so after the lesion has been calcified for a considerable time. They raise the questions: what is the relation between these reactions and active pulmonary tuberculosis? were these children fortunate in arresting the disease? might they, in adverse circumstances, have developed chronic pulmonary tuberculosis? Clinical picture.-Normal healthy child. X-ray showed a primary complex with enlarged hilar shadow on left side and small indefinite shadow left mid-zone ( fig. 1 ). The primary lesion healed in the usual way, leaving a small calcified lesion in left mid-zone and calcification at the left hilum ( fig. 2 ). Five years after the original X-ray, routine X-ray showed reaction round the calcified lung lesion ( fig. 3) . No symptoms or abnormal signs. This reaction subsided within a few months but left a residual small oval shadow associated with the calcified focus, which was unchanged five years later. The boy is now 18 years, healthy and in the R.A.F. fig. 4 ). Six months later said to have right-sided pneumonia, from which she recovered. Seen two months after this and X-ray showed reaction round the calcified lesion ( fig. 5 ). Reaction subsided but at the same time calcified lesion decreased and disappeared. Fig. 6 shows lateral view, two years after the reaction developed, with no sign of previous calcification. Seven years later, at 14 years of age, X-ray is unchanged. No abnormal signs. X-ray showed a large circumscribed opacity in the right upper zone with enlarged hilar shadow on right side, diagnosed primary complex. Healed in the usual way, leaving large calcified focus right upper zone and right hilum (fig. 7) . Five years after the original lesion was found, when boy aged 15 years, area of reaction seen round calcified focus ( fig. 8) . No symptoms or signs at this time or subsequently. Opacity cleared after a few weeks, but calcified lesion much smaller and decreased considerably in size. X-ray at age of 23 years shown ( fig. 9 ). . 13 ). Has been kept under supervision for seventeen years. During first nine years has shown slow progression of disease through right upper lobe and spread to left apex, and at same time healing of early lesions (fig. 14) . First symptom was slight transient haemoptysis five years after first positive X-ray ( fig. 15 ). Fig. 16 shows further healing of right apex but spread to left side. Nine months later she had pain right side, fever and lassitude, and X-ray showed cavity at right apex ( fig. 17 ). After sanatorium treatment cavity disappeared and there was retrogression of the lesion from that time. Fig. 18 shows state of lung five years later. From this time there has been little change and the girl is well and due to be delivered of her second child in three months' time. 
